An asymptomatic 54-year-old woman was seen in the Blood Pressure Unit in 1990 prior to an elective gynaecological procedure. On examination her supine systolic blood pressure (BP) was 212/138 mm Hg on enalapril 20 mg o.d. She had bilateral carotid bruits, a left renal bruit, and reduced bilateral popliteal and dorsalis pedis peripheral arterial pulses.
The serum creatinine was 91 mols/l, and total non-fasting cholesterol was 8.3 mmols/l. An abdominal ultrasound revealed normal sized kidneys, and mild dilatation with atheroma of the lower abdominal aorta. She was treated with atenolol 50 mg o.d. and nifedipine slow release 20 mg b.d.; enalapril was discontinued in view of the clinical suspicion of atheromatous renal artery stenosis. Subsequently the BP was better controlled at 148/86 mm Hg and the total fasting cholesterol fell to 6.9 mmols/l on diet alone. She was unable to tolerate simvastatin in view of gastrointestinal side effects, and benzafibrate 400 mg daily was prescribed instead.
Digital aortography was undertaken in 1994 and this revealed severe proximal right renal artery stenosis with post-stenotic dilatation and moderate left renal artery stenosis. In addition, the infra-renal aorta showed extensive atheromatous and aneurysmal disease that extended into the iliac vessels ( Figure 1 ). Three months later she was admitted to our hospital with an acute infero-posterior myocardial infarction (no previous symptoms of ischaemic cardiac disease).
In view of the fact that BP was well controlled at 139/88 mm Hg (on nifedipine LA 60 mg a day and atenolol 25 mg daily), and renal function remained stable (serum creatinine 85 mols/l), renal artery revascularisation was not pursued. Instead, our
Correspondence: Professor GA MacGregor patient was treated with aspirin 150 mg once a day, and atorvastatin 20 mg daily. Regular abdominal ultrasound examinations revealed no further dilatation of the abdominal aortic aneurysm (3.4 cm).
Renovascular disease is the most frequently encountered cause of secondary hypertension and is one of the few reversible causes of chronic renal failure. It is also an important reversible cause of recurrent pulmonary oedema and apparent congestive heart failure in patients without overt coronary or valvular heart disease. [1] [2] [3] Our case clearly demonstrates that atheromatous vascular disease should be regarded as a generalised process not confined to one vascular tree. Patients routinely referred and assessed for lower limb vascular disease are particularly at high risk of having renal artery disease. 4 In these patients the prevalence of atheromatous renal artery stenosis increases with increasing severity of peripheral vascular disease. Furthermore, the post-operative risk following revascularisation for peripheral vascular disease appears to be greater in those patients with renal artery stenosis suggesting, perhaps, that these patients have more severe atheroma in the coronary, renal or carotid arteries.
Finally, in patients with atheromatous renal artery disease severe enough to require angioplasty, four out of 10 appear to have moderate to severe carotid artery disease. 5 This may explain the increased prevalence of atherothrombotic cerebrovascular events in these patients, and also previous observations that, following operative management for atheromatous renal artery stenosis, some patients had developed an acute or late cerebrovascular event. Such patients should always be regarded as having generalised vascular disease not confined to one system and need to be assessed for carotid artery disease prior to operative management for atheromatous renal artery stenosis.
